A 72-year-old woman with a history of systemic arterial hypertension presented to the emergency department with chest pain, and an electrocardiogram showed acute anterior myocardial infarction with striking ST-segment elevation, upright T waves, and large Q waves in leads V 1 to V 4 (Figure) . Furthermore, the ST-segment elevation > 0.25 mV in lead V 1 , the ST depression ≥ 0.1 mV in lead III, and the ST elevation ≥ 0.1 mV in lead aVL indicated that the left anterior descending coronary artery was occluded proximal to both the fi rst major septal perforating branch and the fi rst diagonal branch (1-4).
cardiogram showed a left ventricular ejection fraction of approximately 40% with akinesis of the apex and distal two-thirds of the ventricular septum. Th e right ventricle was considerably dilated. Th rough a defect in the distal ventricular septum, blood shunted from left to right during systole with reversal of fl ow during diastole, suggesting an elevated right ventricular diastolic pressure. Laboratory studies of the patient's blood confi rmed myocardial damage and indicated chronic kidney disease and acute metabolic acidosis (Table) .
Th e patient had a run of ventricular tachycardia while in the emergency department. Once stable, she was transported to the cardiac catheterization laboratory; an i ntra-aortic balloon was placed via the left femoral artery, and 1:1 counterpulsation was begun. Coronary arteriography, performed via the right femoral artery, showed proximal total occlusion of the left anterior descending coronary artery, diff use disease of the left circumfl ex coronary artery with a totally occluded fi rst obtuse marginal branch and 90% narrowing of the third obtuse marginal branch, and diff use disease of the right coronary artery with a long 80% to 90% narrowing in its mid segment. Despite repeated infl ations of fi rst a 2.5 × 20 mm balloon and then a 2.0 × 25 mm balloon in the proximal and distal portions of the left anterior descending artery, there was no fl ow. Hypotension, bradycardia, and acidosis (arterial blood pH = 6.9; reference = 7.4) were temporarily combated with atropine, epinephrine, and sodium bicarbonate, and the patient was sent to the intensive care unit with an intravenous dopamine infusion and 1:1 intra-aortic balloon counterpulsation. She died several hours later.
Ventricular septal rupture formerly occurred in 1% to 3% of patients with acute myocardial infarction and did so within the fi rst week in more than 75% of them (6) . Subsequently, among patients treated with fi brinolysis, the incidence of ventricular septal rupture was only 0.2%, and the median time from the onset of the infarct was 1 day (7). Approximately one-half of ventricular septal ruptures are in the setting of an anterior infarct, and one-half occur in patients with inferior infarcts (8, 9) . At least two-thirds of patients with myocardial infarction and ventricular septal rupture die, and many of these, like our patient, are older and have cardiogenic shock; early operation by superb surgeons seems to improve the chances of survival (10) .
Th e large upright fused ST segments and T waves seen in the fi gure have been referred to as "tombstoning," probably because of the appearance of tombstones and because they are signs of more extensive myocardial damage and of a poor prognosis (11) . Sclarovsky believes that this pattern of deep anterior Q waves with persistently elevated ST segments and tall T waves indicates lack of reperfusion of the myocardium due to a severely damaged microcirculation (12) .
